We thank Ç öteli et al 1 for their comments about our article entitled "Can thrombus burden predict contrast-induced nephropathy in patients with ST-segment elevation myocardial infarction?." 2 They stated that the underlying mechanism between large thrombus burden (LTB) and contrast-induced nephropathy (CIN) is not that high thrombus burden results in cytokine activation. 1 We discussed 2 possible underlying mechanisms linking LTB and CIN:
1. The contribution of the hemodynamic and humoral changes, as a result of the infarct size caused by the LTB, to the renal injury and 2. Increased platelet activation and thrombus-related free oxygen radicals directly causing kidney injury. 2 Acute coronary syndrome (ACS) is a complex process involving many mediators. Inflammation, which causes plaque rupture and leads to platelet reactivity, persists systemically during ACS. 3 Increased platelet reactivity, which is known to be associated with high levels of reactive oxygen species and lipoperoxidation, induces LTB in the infarct-related artery. 4 Oxidative stress caused by platelet reactivity might be added to the inflammatory process and the increased oxygen radicals might lead to kidney damage. It is not possible to determine which comes first with our data. There might be a vicious circle during ACS. Molecular studies are needed to answer this question.
Furthermore, increased platelet reactivity is not the only possible underlying mechanism of CIN development in patients with LTB as we mentioned in our discussion. 2 Large thrombus burden is associated with large infarct size which is a predictor of CIN development. 5 
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